N T E R I O R sacral meningocele is a congenital anterior herniation of the dura mater and arachnoid either through a sacral defect or an enlarged intervertebral f o r a m e n . 9 , 11 The pathogenesis is still unclear. Nine cases have already been diagnosed in pregnant women mostly because of obstructed labor. 9 -11 We present the first MR imaging illustration of ASM in pregnancy.
The upper portion of the ISM and the dural sac communicated via a tiny hole surrounded by nerve fibers. Repair was performed by patching, and sutures were secured with S u rgicel and fibrin sealant. Postoperative rectal examination showed total disappearance of the ASM.
The postoperative course was uneventful for 1 week. The patient then developed wound swelling, cerebrospinal fluid leak, and meningitis. At emergency reoperation we found a purulent fluid leak and dehiscence of suture lines. The wound was reclosed, and an external lumbar cerebrospinal fluid drain was placed for 2 weeks. The patient remained free of symptoms, and repeated MR imaging demonstrated progressive decrease in the size of the meningocele until it completely disappeared (Fig. 2) .
Her asymptomatic 5-year-old daughter (second pregnancy) underwent radiography of the pelvis, and a scimit a r-shaped sacrum was observed; MR imaging revealed an ASM. Family history indicated that our patient's mother died of unexplained fever.
Discussion
Anterior sacral meningocele is a congenital anomaly that has probably been underdiagnosed. Between its first description by Bryant in 1837 3 and 1989, only 155 cases were reported. 1 7 During the last decade, at least 65 cases were reported. Likely, this is due to the advent of MR imaging and the greater awareness on the part of physicians. Our case is probably the 10th ASM diagnosed during pregnancy.
The pathogenesis can be better understood in light of the associated congenital anomalies. The association of anorectal anomaly, anterior sacral defect, and anterior sacral mass is known as Currarino triad.
6 Cases of ASM could represent an incomplete form of Currarino triad. The embryogenesis of this syndrome has been widely studied. Most authors consider it to be similar to the split notochord syndrome and to occur during the first 4 embryonic w e e k s .
7 , 2 1 Some consider it to be caused by an abnormal ectoendodermal adhesion. 2 , 6 , 8 Dias and Azizkhan 7 have suggested that the primary anomaly concerns the development of the caudal cell mass (tail bud) leading to abnormal secondary neurulation; disrupted mesenchymal condensation around the notochord leading to sacral defect and anterior meningocele; and persistent multipotent stem cells in the tail bud leading to presacral teratoma.
Familial cases have been reported. Our case is probably an example of familial transmission. Most authors agree that there is autosomal-dominant transmission. Because of the risk of rupture, surgical treatment of ASM is required. Transrectal or transvaginal puncture should n o t be a treatment option because of the risk of meningitis and r e c u r r e n c e .
9 , 1 8 When an ASM is discovered during pregn a n c y, we recommend conservative management, elective cesarean section, and then elective surgery once the pregnancy is completed; we believe there is a higher risk if the ASM were to be surgically treated during pregnancy. This meets the recommendations of Johnson 1 0 and Kofinas and c o l l e a g u e s .
11
Many surgical procedures have been described for the treatment of ASM.
9 Most neurosurgical procedures are performed via a sacral laminectomy, 1 4 , 1 6 which provides better control of the pedicle as well as protection of the sacral nerve roots.
9 , 1 4 , 1 6 Any associated presacral tumor could also be removed via the same approach or via an additional posterior perineal approach. Laparotomy has been used by many surgeons, but dissection of the meningocele and access to its pedicle has proven to be diff i c u l t .
9 , 1 6
